The part played by the suprarenal gland in hypertension is not fully appreeiated, although the association of hypertension with tumours of the suprarenal cortex and medulla is recognised. A persistent as well as a paroxysmal type of hypertension may occur in chromaffin tumours (Black-lock, Ferguson, Mack, Shafar & Symington, 1947 
The part played by the suprarenal gland in hypertension is not fully appreeiated, although the association of hypertension with tumours of the suprarenal cortex and medulla is recognised. A persistent as well as a paroxysmal type of hypertension may occur in chromaffin tumours (Black-lock, Ferguson, Mack, Shafar & Symington, 1947) . While these workers showed conclusively that the paroxysmal type is due to the liberation of adrenalin directly into the blood sinusoids, the cause of persistent hypertension associated with these tumours is still unknown. In a recent investigation on this subject, one of us (T. S.) found that the suprarenal cortex of rats responds to injections of adrenalin by the liberation of osmophil-positive lipoids which were identified by a histological bio-assay method as containing large amounts of sugar-active C()rticoid material. Unfortunately, no similar method is as yet available f?r the identification of salt-active corticoids which can produce vascular lesions when injected or implanted into experimental animals (Selye, 1940) . Since vascular lesions were not found in any of the experimental animals after adrenalin injections, it might be concluded that the corticoids liberated from the suprarenal cortex contain none, or very little, of the salt-active variety. In the investigations by Selye and Pentz (1943) and ])v Selye and Hall (1944) , verv large doses of desoxycorticosterone acetate (DOCA) were administered to the animals. If The DOCA used was in the form of compressed pellets of 10, 30 and GO mg. which were implanted subcutaneously into the abdominal wall of adult male rats varying in weight from 200 to 250 g.
The animals were divided into four groups. Groups I and II each consisted of six rats which received GO mg. and 30 mg. implants respectively. Group III consisted of five rats which received 10 mg. implants initially and further implants of 10 mg. at approximately 4-5 week intervals. The animals in Group IV, six in number, were kept as controls and received 110 implants. All groups were given the ordinary diet of bran, oats and nut-cake. Cabbage was given 2-3 times weekly. A 1% solution of sodium chloride was given to all groups as drinking water, as described by Selve (1940) .
One animal from each of Groups T and II (lied seven days after implantation of the pellets, and pneumonia was found to be the cause of death in each case. Two in Group I died 03 and 67 days respectively after implantation. The remainder of Group I and all Group II were killed or died at intervals varying from 42 to 160 days after implantation. In the animals of Group III, the 10 mg. implants could be felt through the abdominal wall and their rate of absorption gauged roughly. They were still palpable after 4-5 weeks when further implants of 10 mg. were inserted. The animals in this Group were killed or died at intervals varying from 57 to 192 days.
When a rat died or was killed, the body was weighed, the anterior abdominal wall was carefully opened and the unabsorbed DOCA implant was removed and weighed. Since the original weight of the implant was known, the amount of DOCA absorbed could be calculated.
Post-mortem examination was carried out in the usual way, and the heart, kidneys, liver, spleen, pancreas and suprarenals were removed. The auricles were removed from the heart and the ventricles opened in the usual manner. Any blood present was removed and the heart weighed. (Fig. 3) . Generally all that remained was the sarcolemma sheath surrounded by spindle snaped cells.
Abundant thin-walled capillaries, containing red blood cells, were present along the fibroblasts and gave the appearance of young granulation tissue (Fig. 4) (Fig. 11) . In the affected areas, there was thickening of the walls of the glomerular capillaries with adhesion between the tuft and Bowman's capsule. The glomerulus often showed necrosis with loss of lobulation of the tuft, cellular proliferation and heightening of the capsular epithelium (Fig. 12) . Occasionally, complete glomerular sclerosis was present. An exudate was usually present in the subcapsular space which, at times, was completely obliterated (Fig. 13) . Focal areas of tubular atrophy and dilatation were present and the epithelium lining the tubules was flattened against the basement membrane. Casts were present in the lumen of the tubules. The vascular lesions consisted mainly of hyaline degeneration of the walls of the afferent arterioles (Fig. I-) (Fig. 14) but the interlobular and arcuate vessels were normal and showed 110 evidence of splitting of the internal elastic lamina (Fig. 15) (Fig. 10) . In one large arteriole, marked epithelial proliferation with almost complete closure of the lumen and round cell infiltration of the interstitial tissue was seen (Fig. 17) (Fig. 18) Osmic acid X 250.
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Suprarenals : The normal appearance of the suprarenal gland stained b}r the method described above shows four distinct zones (Fig. 19) In the 80 mg. group (Group II), the suprarenals were normal apart from those of animal No. 0 which showed an osmophil mottling of the inner part of Zone 1. Zone 2 was only partially osmophilic and slightly increased in size (Fig. 21) . A large number of cortical cells was seen in the medulla, but these were outside and quite distinct from the medullary sinusoids which contained osmophilic secretion (Fig. 22 ).
In the 10 mg. group (Group III), all glands were normal in appearance apart from a slight diminution in osmpohil granules in Zone 2 and a moderate increase in size of Zone 4.
DISCUSSION.
The rate of absorption of DOCA from implanted tablets depends on their surface area and consistence and the results found in this series are in agreement with previous reports (Soffer, Engel & Oppenheimer, 1940 (Selye, 1946) . However, indirect evidence of hypertension was found in the kidneys of all groups irrespective of the size of the implant. These changes were patchy areas of sclerosis in which the glomeruli showed varying degrees of loss of lobulation of the tuft, cellular proliferation, heightening of the capsular epithelium and extensive capsular adhesions. Round cell infiltration was present in the interstitial tissue and the tubules were dilated and filled with casts. These lesions are similar to those described by Selye and Pentz (1943) and Selye and Hall (1944) . None of the large vessels showed any evidence of splitting of the internal elastic lamina but the interlobular artery in animal No. 4 in Group III had marked iutimal thickening with narrowing of the lumen. This change was similar to that seen in the non-ischaemic kidney of some rats following the application of a modified Goldblatt clip (Wilson & Bvrom, 1939) . The explosive type of lesion described by these authors was not seen in any of the kidneys of our series, but in all other respects the lesions were similar and suggest a common etiological basis.
Much experimental work has been done since it was shown by Goldblatt (1937) (Friedmann, Somkin & Oppenheimer, 1939; Williams, Diaz, Burch & Harrison, 1939) .
It would appear that a close relationship exists between renal isehaeiuia lesions and those produced by 1 )OCA, illustrated by comparing the lesions produced by Wilson and Byroni (1930) and those of the present series.
The niechanisin of renal ischaemia appears to be intimately associated with the suprarenal cortex. Definite renal lesions are here reported by s"iall doses of salt-active corticoid acting over long periods and it may be that chronic endocrine overdosage of this corticoid is the basis of arterial hypertension (vSelye, 194(5 Sugar-active corticoid is believed to affect the A-globulin which is the precursor of hypertensinogen (Selye, 1946) Darrow and Miller (1942) Atrophy of the suprarenal under the influence of large doses of DOCA has been reported and changes similar to those described noted (Carnes, Ragan, Ferrebee & O'Neil, 1941 ; vSarason, 1943) . Deane and Bergner (1947) 
